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Clinical Pathology Review 
A. E. Ledet, n.V.M.* and 
R. W. Mitten, B.V.Sc., n.V.R.t 
On February 5, 1980, "Andy," a 5¥.! year 
old castrated male domestic cat, was 
anorexic, vomited once, and failed to groom 
himself. Body temperature, respiration, 
pulse; and color of mucous membrances were 
all normal. Palpation of the epigastric area 
elicited a pain reflex. 
The owner expressed concern that the cat 
was ill from having ingested 3 ounces of whole 
cream containing 0.5 ounces of Kahlua (a 
coffee flavored liquor) 48 hours earlier. 
Clinical Signs Therapy 
Feb 5th Vomited. anorexic None 
epigastric pain 
Feb 6th No improvement Ringers Lactate 
Feb 8th Vomited. depressed. Fluids. Pen/Strep 
icterus. epigastric pain Azium. multivitamins 
Feb 10th Weak. ataxic. icterus Fluids. steroids 
Feb 11th Stronger. more alert Fluids 
Feb 12th Eating small amount 
Feb 15th Eating well. no 
epigastric pain. slightly 
unsteady gait. 
Hematology 
Date 2/8/80 2Ill/80 2/15/80 
Hbgm/dl 15.1 11.7 8.8 
PCV% 42 35 26 
WBC 7.300 10.000 7.900 
Segs 5.110 7.900 4.266 
Lymphs 1.898 2.100 3.397 
Mono 73 
Eosinophils 219 237 
Plasma Protein. gm/dl 6 6.4 5.8 
Fibrinogen mg/dl 100 100 100 
°Dr. Ledet is a Professor of Veterinary Pathology. College of 
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Chemistries 
BVNmg/dl 13 17 20 
Glucose mg/dl 68 139 78 
Phosphorus mg/dl 3.9 3.1 5.1 
Calcium mg/dl 10.0 9.4 8.5 
Total Bilirubin mg/dl 1 8.7 0.7 
Direct Bilirubin mg/dl ND 4.2 0.5 
Cholesterol mg/dl ND 54 163 
Albumin gm/dl 3.8 3.7 2.6 
SGPTIU 4.039 2.414 610 
Alkaline Phosphatase IV 64 87 54 
Amylase IV ND 504 555 
Sodium mEq/L 150 151 152 
Potassium mEq/L 4.0 2.4 3.9 
Chloride mEq/L 110 101 121 
Problems identified by laboratory data: 
1. Decreasing red cell mass- possibly 
erythrocyte destruction. 
2. Stress leukogram - associated with 
increased levels of plasma cortisol. 
3. Hyperbilirubinemia- the increased 
bilirubin includes nearly equal 
amounts of direct reacting (4.2 mg/dl) 
and indirect reacting (4.5 mg/dl). This 
would be compatible with an in· 
trahepatic obstruction to outflow of 
bile and possibly either increased 
erythrocyte destruction or decreased 
hepatic capacity to conjugate bilirubin. 
The decrease in red cell mass from 
February 8 to the 11 th would support 
increased erythrocyte destruction, 
especially since the plasma protein 
actually increased during this period. 
4. Greatly increased SGPT - compatible 
with severe hepatocellular damage. 
The injury suffered by the hepatocytes 
appears to have been reversible since 
the SGPT level was rapidly declining. 
5. Hyperalkaline phosphatasemia-the 
increased SAP is compatible with 
cholestasis. However. since the SAP 
increase is rather modest and the SGPT 
increase is extreme, the primary 
problem appears to be hepatocellular 
damage. 
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Conclusions 
The laboratory data and clinical signs all 
support a diagnosis Qf an acute hepatitis with 
clinical recovery. However, an explanation of 
the causative factors is not readily apparent. 
One could theorize that the ethyl alcohol in 
the cream-Kahlua mixture was hepatotoxic. 
However, in experimental cases, cats have 
been treated with ethyl alcohol and exhibit no 
discernible ill effects. That would seem to cast 
a shadow of doubt on the alcohol toxicity 
theory. Perhaps there are other non-
identified "toxic" agents in the liquor. 
Regardless of the causative factors, this 
case is a good example of an acute hepatitis 
with clinical recovery following vigorous 
supportive therapy. 
What's Your Radiographic Diagnosis? 
Deanne Davison-McCabe* 
Dr. Sandra McNeelt 
History 
An 8-year old castrated male Elkhound 
was presented with urinary incontinence, 
hematuria, and dysuria. Previous treatment 
for acute cystitis with Ampicillin and 
Tribrissena provided only temporary relief of 
clinical symptoms. Unresponsiveness to 
antibiotic therapy suggests the possibility of 
chronic cYStItIS, cystic calculi, or bladder 
neoplasm. 
Laboratory findings: serial BUN's were 35 
and 28. Urine analysis revealed hematuria, 
proteinuria, pyuria, and bacteriuria. 
Scout radiographs were unremarkable. A 
double contrast cystogram was performed, 
followed by an IVP (fig. 1 & 2). 
Figure I & 2: Double Contrast Cystogram and IVP 
OMs. Davison·McCabe is a third·year student in the 
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